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Background:  Hypereosinophilic syndrome (HES) is a rare cause of myocarditis. In idiopathic HES, aggressive treatment with steroids and 
immunotherapy target acute inflammation and prevent further progression.
case:  A 51-year-old woman presented with acute onset of non-exertional chest tightness and shortness of breath. Her medical history 
included eosinophilic pneumonia previously controlled on steroids, asthma, and chronic sinusitis. She was recently started on prednisone 
for presumed flare of her eosinophillic pneumonia. Physical examination showed sinus tachycardia without signs of volume overload or 
acute congestive heart failure and patchy erythema on her upper back.
decision Making:  Electrocardiogram (ECG) showed sinus tachycardia with ST segment depressions concerning for lateral ischemia. 
Complete blood count was significant 17200 white blood cells per microliter with an absolute eosinophil count of 5400. Echocardiogram 
demonstrated severely reduced left ventricular (LV) systolic function with moderate mitral regurgitation. Given her dynamic ECG changes 
and troponin I of 18.76, she was taken urgently to the cardiac catheterization laboratory. Her coronary angiogram revealed severe spasm 
in the mid portion of right coronary artery that improved from 95% stenosis to 10% after administration of intracoronary nitroglycerin. A 
hemodynamic catheterization was also done showing mildly elevated filling pressures with reduced cardiac output of 2.65 liters per minute. 
Right ventricular biopsy was performed with evidence of eosinophilic myocarditis. The work-up for secondary causes of HES was negative 
and mutation analysis did not reveal clonal hypereosinophilia. She was started on high-dose steroids and hydroxyurea for treatment of 
idiopathic HES with improvement in her LV systolic function and normalization of her troponin level at discharge.
conclusion:  This case demonstrates the importance of maintaining a wide differential for acute chest pain with LV systolic dysfunction. 
Although idiopathic HES is a rare diagnosis, aggressive treatment with steroids and other steroid-sparing therapy to suppress eosinophilia 
can prevent further progression of cardiomyopathy.
